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Human Rabies — Washington, 1995 


On March 15, 1995, a 4-year-old girl who resided in Lewis County, Washington, died 
from rabies. This report summarizes the clinical course, epidemiologic investigation, 
and probable exposure history of the case. 

On March 8, the child was transported to a local hospital after a 2-day history of 
drowsiness, listlessness, abdominal pain, anorexia, sore throat, and pain on the left 
side of her neck. During examination in the emergency department, she had nasal 
congestion and drooling. Rhinitis and bilateral conjunctivitis were diagnosed; antibiot- 
ics and symptomatic treatment were prescribed, and she was discharged. 

On the morning of March 2, she was transported to the same hospital because of 
an axillary temperature of 104.0 F (40.0 C) and behavioral changes. In addition, she 
had had hallucinations, difficulty standing, and insomnia and refused to drink fluids. 
On examination in the emergency department, findings included an axillary tempera- 
ture of 101.2 F (38.4 C), pulse of 210 per minute, respiratory rate of 32 per minute, an 
enlarged reactive right pupil, and tremors. Laboratory test results included a white 
blood cell count of 20,800/mm? (normal: 5000-10,000 mm/3), blood urea nitrogen of 
45 mg/dL (normal: 0-25 mg/dL), and sodium level of 151 mmol/L (normal: 135-145 
mmol/L). Preliminary diagnoses included dehydration and possible drug intoxication, 
and intravenous fluids were administered. Screening of urine for drugs was negative, 
and computerized axial tomography of the brain was within normal limits. 

Later on the morning of March 9, her temperature increased, and she had a seizure. 
Cerebrospinal fluid findings were nonspecific. She was intubated for hypoventilation. 
in the emergency department and during air transport to the intensive-care unit of a 
regional hospital, she became bradycardic and required cardiopulmonary resuscita- 
tion. On arrival at the regional hospital, preliminary differential diagnoses included 
sepsis, viral encephalitis, and drug toxicity; ceftriaxone and acyclovir were adminis- 
tered. She became comatose, and an electroencephalogram (EEG) obtained on March 
10 revealed generalized sharp and slow wave discharges. On March 13, an EEG re- 
vealed moderate to severe generalized slowing of cerebral activity. Based on 
information from family members about the child’s possible exposure to a bat, diag- 
nostic testing for rabies was initiated. A nuchal skin biopsy obtained on March 13 was 
positive for rabies by direct fluorescent antibody (DFA) testing at CDC on March 14. 

On March 15, the child died. On autopsy, gross examination revealed massive cere- 
bral edema with uncal herniation and intracytoplasmic inclusions in the brain and 
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spinal cord. At the Washington State Department of Health Public Health Laboratories 
a specimen of brain tissue obtained at autopsy also was positive by DFA, and rabies 
virus was isolated by mouse inoculation. Analysis at CDC also included viral isolation 
from sputum obtained on March 14 and a positive DFA and nucleotide sequence 
analysis result from brain tissue obtained at autopsy. 

During the child’s hospitalization, family members reported that, on February 18, a 
bat had been found in her bedroom. Family members had examined the child but 
found no evidence of a bite. The bat was removed from the house, destroyed, and 
buried in the yard. On March 14, the local health department exhumed the bat. Despite 
trauma, decomposition, and partial consumption of the specimen by maggots, the bat 
brain was positive for rabies by DFA and nucleotide sequence analysis. Presumptive 
identification of the bat at CDC was either Myotis californicus or M. ciliolabrum. \n 
addition, based on nucleotide sequence analysis, the rabies virus from the decedent 
and the bat were identical and was identified as a variant associated with small Myotis 
bats in the western United States. 

Based on possible percutaneous or mucous membrane exposure to tears or saliva 
from the patient, postexposure rabies immunoprophylaxis was administered to 
72 persons: six registered nurses, six respiratory therapists, one laboratory technician, 
one diagnostic imaging technician, two physicians, six family members, and 50 chil- 
dren and adults who were contacts in a day care center. 

Reported by: A Paves, MD, P Gill, J Mckenzie, MN, Providence Hospital, Centralia; R Renbarger, 
RS, T Bell, MD, Lewis County Health Dept, Chehalis; A Movius, MD, H Baden, MD, PP O’Rourke, 
MD, A Melvin, MD, S Kuhl, MD, S Johnson, MD, J Bradshaw, MD, K Goodrich, L Spath, 
D Krous-Riggert, MPH, J Smith, MN, Children’s Hospital and Medical Center, Seattle; M Goldoft, 
MD, J Kobayashi, MD, S LaCroix, MS, B Wieman, P Stehr-Green, DrPH, State Epidemiologist, 
Washington State Dept of Health. Viral and Rickettsial Zoonoses Br, Div of Viral and Rickettsial 
Disease, National Center for Infectious Diseases, Div of Field Epidemiology, Epidemiology Pro- 
gram Office, CDC. 

Editorial Note: The rabies case described in this report was the first to be documented 
in a human in the United States during 1995 and is consistent with a major 
epidemiologic pattern: since the 1950s, bats increasingly have been implicated as 
wildlife reservoirs for variants of rabies virus transmitted to humans. Variants of ra- 
bies virus associated with bats have been identified from 12 of the 25 cases of human 
rabies diagnosed in the United States since 1980. However, a clear history of animal 
bite exposure was documented for only six of these 25 cases. This finding suggests 
that even apparently limited contact with bats or other animals infected with a bat 
variant of rabies virus may be associated with transmission. 

The inability of health-care providers to elicit information from patients about po- 
tential exposures to bats may reflect circumstances that hinder recall or the limited 
injury inflicted by a bat bite. For example, the family members of the child described 
in this report had not witnessed contact between the child and the bat, and she denied 
a bite or any other contact on the night of the incident; however, both the 
epidemiologic findings and molecular data indicated that infection resulted from con- 
tact with the bat. 

The case in Washington and reports of similar cases (1,2 ), underscore that, in situ- 
ations in which a bat is physically present and the person(s) cannot exclude the 
possibility of a bite, postexposure treatment should be considered unless prompt test- 
ing of the bat has ruled out rabies infection. This recommendation should be used in 
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conjunction with guidelines of the Advisory Committee on Immunization Practices (3) 
to maximize a health-care provider's ability to respond to situations in which accurate 
exposure histories cannot be obtained and to ensure that inappropriate postexposure 
treatments are minimized. 
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Blood Lead Levels Among Children in a Managed-Care Organization — 
California, October 1992—March 1993 


Despite substantial progress in reducing exposures to lead among children, as re- 
cently as 1991, 9% of children in the United States had blood lead levels (BLLs) of 
210 pg/dL (7 )—levels that can adversely affect intelligence and behavior. In 1991, CDC 
recommended screening all children for lead exposure except those residing in com- 
munities in which large numbers or percentages previously had been screened and 
determined not to have lead poisoning (2). Subsequently, the California Department 
of Health Services (CDHS) issued a directive to all California health-care providers par- 
ticipating in the Child Health and Disability Prevention Program to routinely screen 
children for lead poisoning in accordance with the 1991 CDC guidelines (3). This re- 
port presents findings of BLL testing during 1992-1993 from a managed-care 
organization that provides primary-care services to Medicaid beneficiaries in several 
locations in California (i.e., Los Angeles County, Orange County, San Bernardino 
County, Riverside County, Sacramento, and Placerville). 

From October 1992 through March 1993, BLLs were measured for 2864 consecutive 
children aged 1-6 years who received Medicaid benefits. Data were not collected 
about the number of children whose families did not consent to testing nor about 
those from whom blood could not be collected. Blood submitted by venipuncture was 
analyzed by a laboratory certified by the CDHS as proficient in blood lead analysis. 
Families completed a risk questionnaire (2) about exposures to older housing, home 
renovation or remodeling, adults with jobs or hobbies that involve lead, and industrial 
sources of lead, and answered a question about whether the child’s playmates or sib- 
lings were known to have BLLs 210 g/dL. Children were categorized as “low risk” if 
all five questions were answered “no” or “high risk” if one or more questions were 
answered “yes.” 

Overall, 2808 (98.0%) children had BLLs <10 g/dL; 46 (1.7%) had BLLs 10-14 pg/dL, 
and 10 (0.3%) had BLLs >15 g/dL (Tables 1 and 2). The percentage of children with 
BLLs >10 g/dL was similar across age groups (Table 1). Although BLLs varied by clinic 
site (Table 2), no site had a prevalence of elevated BLLs exceeding 4.6%. 

The risk questionnaire had a sensitivity of 46%, specificity of 74%, and predictive 
values positive and negative of 3.4% and 98.6%, respectively. The prevalence of in- 
creased BLLs was greater among children identified as high risk (3.4%) than among 
other children (1.4%, prevalence ratio: 2.4; 95% confidence interval=1.4%-4.1%). 
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TABLE 1. Blood lead levels (BLLs) among children who were Medicaid beneficiaries 


and received care from a managed-care organization,* by age — California, October 
1992-—March 1993 





Children with Children with elevated BLLs 
Age Bils<10yg/dt = 49-14 015-19 20-44 Total__ 
(yrs) No. (%) pg/di pg/db ug/dL 2>45yg/dl. No. (%) 
719 (97.8) 13 1 16 (2.2) 
(98.3) 1 10 (1.7) 
(98.7) 6 (1.3) 
(98.5) 8 (1.5) 
(96.7) 12 (3.3) 
(97.9) 4 (2.1) 
Total (98.0) 3 7 56 (2.0) 


*Data from sites located in Los Angeles County, Orange County, San Bernardino County, 
Riverside County, and Placerville. 











TABLE 2. Blood lead levels among children who were Medicaid beneficiaries and 
received care from a managed-care organization, by clinic site — California, October 
1992-—March 1993 





<Wyg/dl 10-14yg/di 15-19pg/dl 20-44yg/dL 


Clinic site No. (%) No. (%) No. (%) No. (%) 

Los Angeles County 
Wilmington/Compton 
Whittier/El| Monte 323 
Pomona 475 
Lancaster/Palmdale 








95.4) 
97.3) 
99.0) 
99.8) 


= 
~ 


(3.9) 
(2.1) 
(1.0) 


(0.2) (0.5) 


(0.6) 


1 
0 

0 

0 (0.2) 

(1.4) 1 (0.6) 

San Bernardino County 342 (1.4) 1 
Riverside County 164 0 
Sacramento 144 0 
0 

3 


Placerville 13 


98.3) 
97.6) 
98.0) 
100.0) 


Total ( 98.0) 


(2.4) 
(2.0) 


COON - ON N 


( 
( 
( 
( 
Orange County 350 ( 97.8) 
( 
( 
( 
( 


& owa grgogwn 


(1.7) (0.1) (0.2) 





Based on the CDHS reimbursement rate of $22.45 per test, the cost of screening 
tests per case identified was $1148 to identify a child with a BLL 210 prg/dL and $9185 
to identify a child with a BLL 220 g/dL. 

Reported by: CD Molina, MD, JM Molina, MD, Molina Medical Centers, Long Beach, California. 
Lead Poisoning Prevention Br, Div of Environmental Health and Hazard Evaluation, National 
Center for Environmental Health, CDC. 

Editorial Note: From 1991 through 1993, the number of California children identified 
with BLLs of at least 25 g/dL increased from approximately 40 per year to approxi- 
mately 500 per year (3). Universal screening also has substantially increased the 
number of lead-exposed children requiring individual management identified in some 
populations outside California (4 ). 

The burden of lead exposure varies among different U.S. communities and popula- 
tion subgroups. For example, prevalences of elevated BLLs have ranged from 37% 
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among black children who reside in central cities to 5% among non-Hispanic white 
children who do not live in central cities (7). The prevalences of elevated BLLs in 
smaller jurisdictions or nonrepresentative clinic-based populations also varies widely, 
with lead-exposure prevalences ranging from <1% (5) to >50% (6). Purposes of this 
study were to estimate lead-exposure prevalence in the population served by the 
managed-care organization, assess the performance of a questionnaire in identifying 
higher risk children, and help assess the usefulness of a universal screening policy in 
this population. 

The finding that prevalences of elevated BLLs were low among Medicaid recipients 
attending clinics at the managed-care organization was unexpected because previous 
population-based surveys in Compton and Sacramento had documented substan- 
tially higher prevalences of lead exposure (7 ). However, because the likelihood of lead 
exposure is greater in the summer and this assessment encompassed winter months 
(8), seasonal patterns may have accounted for some of the difference. The difference 
also may have reflected variations in the study design between this (clinic-based) and 
previous (population-based) assessments (9) and previously documented wide vari- 
ations in prevalences of elevated BLLs among even apparently homogenous groups 
(10 ). Because characteristics of children receiving care at the managed-care organiza- 
tion probably differ from those of other groups of children in California, the findings in 
this report cannot be generalized. 

In this population, a standard risk questionnaire was of limited use in identifying 
children at higher risk for lead exposure: the prevalence of elevated BLLs was 3.4% in 
“high risk” children compared with 1.4% in lower risk children. Although this differ- 
ence was statistically significant, the clinical utility of this finding is limited as a means 
for targeting blood lead testing. The usefulness of questionnaires to target BLL 
screening might be increased by adding locally important risk factors to such ques- 
tionnaires (10). Questionnaires also may be useful in some settings to target 
education about potentially remediabie risk factors for lead exposure regardless of 
children’s current BLLs. 

The primary strategy for preventing lead poisoning is to reduce lead sources in the 
environment before children are exposed. However, because large environmental res- 
ervoirs of lead persist, especially in older housing, BLL screening and follow-up of 
children with elevated BLLs continues to be an important method for controlling lead 
exposure among children. 

The role of universal screening in relatively low-prevalence communities and prac- 
tices has nonetheless been questioned (6). The purpose of screening is to identify 
children who require individual follow-up and medical or environmental management 
{i.e., children whose BLLs are persistently at least 15 g/dL). In populations such as 
those served by the managed-care organization, in which small numbers of children 
who require individual management are identified by universal screening, alternative 
approaches to the prevention of childhood lead poisoning may include a combination 
of environmental controls, education, and more seiective screening. 
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1. Brody DJ, Pirkle JL, Kramer RA, et al. Blood lead levels in the U.S. population: phase 1 of 
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FIGURE I. Notifiable disease reports, comparison of 4-week totals ending August 26, 
1995, with historical data — United States 


DISEASE DECREASE INCREASE CAS WEEKS 
Hepatitis A 1,820 
Hepatitis B 606 
Hepatitis, C/Non-A, Non-B 
Legioneliosis 
Malaria 
Measles, Total* 
Meningococcal infections 
Mumps 
Pertussis 
Rabies, Animal 
Rubella 





0.03125 0.0625 0.125 0.25 0.5 1 
Ratio (Log Scale)" 


Beyond Historical Limits 


*The large apparent decrease in the number of reported cases of measles (total) reflects dramatic 
fluctuations in the historical baseline. 


Ratio of current 4-week total to mean of 15 4-week totals (from previous, comparable, and 
subsequent 4-week periods for the past 5 years). The point where the hatched area begins is 
based on the mean and two standard deviations of these 4-week totals. 


TABLE |. Summary — cases of specified notifiable diseases, United States, 
cumulative, week ending August 26, 1995 (34th Week) 





Cum. 1995 |_Cum. 1995_ 
Anthrax - Psittacosis 

Brucellosis 60 Rabies, human 

Cholera Rocky Mountain Spotted Fever 
Congenital rubella syndrome Syphilis, congenital, age < 1 year’ 
Diphtheria . Tetanus 

Hi philus infil e* Toxic shock syndrome 

Hansen Disease Trichinosis 

Typhoid fever 








Plague 
Poliomyelitis, Paralytic 














*Of 775 cases of known age, 185 (24%) were reported among children less than 5 years of age. 

*Updated quarterly from reports to the Division of STD Prevention, National Center for Prevention Services. This total through 
first quarter 1995. 

-: NO reported cases 
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TABLE ll. Cases of selected notifiable diseases, United States, weeks ending 


August 26, 1995, and August 27, 1994 (34th Week) 
Hepatitis (Viral), by type 

Reporting Ares quays A 8 C/NA.NB Legionetiosir 
1995 1994 1995 1994 1995 1994 1995 1994 
UNITED STATES 226,365 259,398 17,358 15,279 2,799 2,654 805 1,001 
NEW ENGLAND ' 3,102 175 202 76 18 23 
Mai 74 58 56 19 20 5 3 
72 6 15 
x4 4 6 
1,867 71 81 170 10 
325 30 20 17 2 10 
55 - - N N 
MID. ATLANTIC 1,013 
Upstate N.Y. P 7 . 255 
N.Y. City x P 478 
N.J. , 132 
Pa. X 148 
E.N. CENTRAL 1,909 
Ohio 73 “ 1,208 
110 
217 


249 
125 
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bi U: U ilabl -: No reported cases C.N.M.1.: Commonwealth of Northern Mariana islands 
“Updated monthly to the Division of HIV/AIDS Prevention, National Center for Prevention Services, last update July 27, 1995. 
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TABLE Il. (Cont’d.) Cases of selected notifiable diseases, United States, weeks ending | 
August 26, 1995, and August 27, 1994 (34th Week) 


Measles (Rubeola) 
imported* 








Meningococcal 
Total infecti: 


1995 | 1994 1995 1994 


235 833 2,114 1,922 


Lyme 
Disease Malaria 


1995 | 1994 


Reporting Area Indigenous 














Cum. | Cum. 
1995 1994 
4844 


1995 | 1995 | 1995 
217 - 18 
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Upstate N.Y. 1,494 
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“For imported measles, cases include only those resulting from importation from other countries. 
N: Not notifiabs U: U ilabl -: NO reported cases 
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Human Granuiocytic Ehiriichiosis — 
New York, 1995 
injuries Associated with 
Seilf-Unicading Forage Wagons — 
New York, 1991-1994 
Update: HIV.2 infection Arnong 
Blood and Plasrna Donors — 
United States. June 1992 
June 1995 
rr bee | Ty 4 2 . ¥ :: f ta2e tr SA : : 
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Hurnan Granulocytic Ehrlichiosis — New York, 1995 
Since 1985, two human tickhorne diseases caused by Ehrlichia sno. have been rec 
ognized in the United States: human monocytic ebriichicsis (H4ME}, caused by 
F. chaffeensig, and human orgnuloc ehabchiogss (H¢ au an ayent closely 
related to & im portan nt in formation BPevartment 
of Health (WWCDOH)Feceived reports from physicians who were treating patients for 
suspected HGE. In response, abou DOH gent information to all primary-care physi 


cians in Westchester Cour ut your: laboratory features of 


ehrlichiosis (fever, myalgia, heacache, loukopPnia, and thrombocytopenia) and re 


quested that the a's S ted casesgpt ebriichiosis. This report 
cummerices on (MINI WIRE Sib bseri LOM (vsoor 


ond the wel DOH of suspected ehriichiosis cases and the clfical characteristics of con- 
firmed and probable cases 

Hospitals and large group practices in Westchester County were asked to report 
current anc past suspected cases, and the NYSDOH laboratory initiated free diagnos 
tic testing for ehrlichiosis for New York state residents. Potential cases of ehrlichiosis 
were identified through reports submitted by health-care providers to their county 
health departments and from a review of NYSDGH laboratory records of serum speci 
mens that were submitted for diagnostic testing for ehrlichicsis since 1994. Serum 
specimens frorm potential cases were tested for antibodies to F. equi and/or £. chaf- 
feensis, and/or the presence of DNA of the HGE agent by polymerase chain reaction 
(PCR) assay. A confirmed case of HGE was defined as either a fourtald change in anti 
body titer to F. equi or identification of DNA sequences of the HGE agent by PCR 

A probable case of HGE was defined as a single antibody titer 264 by im 

munofiuorescent assay to £. equi or the identification of Drrpintyessasiag- imorulae} in 
granulocytes a peripheral blood smear from a patient with an acute illness charac 
terized by fever, headache, myaiaia, and/or malaise 

As of August 15, 1995, medical records and/or clinical information had been re 
viewed for 68 patients with susp: i ehrlichiosis: 50 had onset in 1995; 17, in 1994; 
specimens from 30 patients had been tested for antibodies to 


and one, in 1992.5 

F. egui and/or £. chaffeensis; 20 patients had acute serurn specimens tested by PCR 
analysis 

» 29 patients met the case definition of either confirmed (23 patients) or 

isix patients} HGE, 20 from 1995 and nine from 1994; other potential cases 
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TABLE Il. (Cont’d.) Cases of selected notifiable diseases, United States, weeks ending 
August 26, 1995, and August 27, 1994 (34th Week) 


wrimary & 
Secondary) 


Cum. | Cum Cum. Cum. 
1995 1995 1994 1995 1994 


UNITED STATES 4 J 1 111 202 9,768 14,060 
NEW ENGLAND : 33 126 114 
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1 - 1 
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U: Unavailable -: no reported cases 
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TABLE Ill. Deaths in 121 U.S. cities,* week ending 


August 26, 1995 (34th Week) 





All Causes, By 


y Age (Years) Pad’ 





Reporting Area 





All Causes, By Age (Years) 





Total} Reporting Area 


All 
Ages 











zal va] 2 








NEW ENGLAND 
Boston, Mass. 
Bridgeport, Conn. 
Cambridge, Mass. 
Fall River, Mass. 
Hartford, Conn. 
Lowell, Mass. 
Lynn, Mass. 

New Bedford, Mass. 
New Haven, Conn. 
Providence, R.1. 
Somerville, Mass. 
Springfield, Mass. 
Waterbury, Conn. 
Worcester, Mass. 


MID. ATLANTIC 
Albany, N.Y. 
Allentown, Pa. 
Buffalo, N.Y. 
Camden, N.J. 
Elizabeth, N.J. 
Erie, Pa.§ 
Jersey City, 

New York st hy NY. 
Newark, N.J. 
Paterson, N.J. 
Philadelphia, Pa. 
Pittsburgh, Pa.§ 
Reading, Pa. 
Rochester, N.Y. 
Schenectady, N.Y. 
Scranton, Pa.§ 
Syracuse, N.Y. 
Trenton, N.J. 
Utica, N.Y. 
Yonkers, N.Y. 


E.N. CENTRAL 
Akron, Ohio 
Canton, Ohio 
Chicago, lil. 
Cincinnati, Ohio 
Cleveland, Ohio 
Columbus, Ohio 
Dayton, Ohio 
Detroit, Mich. 
Evansville, Ind. 
Fort 1 Ind. 
Gary. 

paid) "Mapide, Mich. 
Indianapolis, Ind. 
Madison, Wis. 
Milwaukee, Wis. 
Peoria, lil. 
Rockford, Hl. 
South Bend, Ind. 
Toledo, Ohio 
Youngstown, Ohio 


W.N. CENTRAL 
Des Moines, lowa 
Duluth, Minn. 
Kansas City, Kans. 
Kansas City, Mo. 
Lincoln, Nebr. 
Minneapolis, Minn. 
Omaha, Nebr. 

St. Louis, Mo. 

St. Paul, Minn. 
Wichita, Kans. 


NR 
SeuBus8atbaeovsar8 wana s@saseon-088 


= NwoO 
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S. ATLANTIC 
Atlanta, Ga. 
Baltimore, Md. 
Charlotte, N.C. 
Jacksonville, Fla. 
Miami, Fila. 
Norfolk, Va. 
Richmond, Va. 
Savannah, Ga. 

=. —~ “wr Fla. 


+ Ly D.C. 


Wilmington, Del. 


E.S. CENTRAL 
Birmingham, Ala. 
Chattanooga, Tenn. 
Knoxville, Tenn 
Lexington, Ky. 
Memphis, Tenn. 
Mobile, Ala. 
Montgomery, Ala. 
Nashville, Tenn. 


W.S. CENTRAL 
Austin, Tex. 
Baton Rouge, La. 
Corpus Christi, Tex. 
Dallas, Tex. 

El Paso, Tex. 

Ft. Worth, Tex. 
Houston, Tex. 
Little Rock, Ark. 
New Orleans, La. 
San Antonio, Tex. 
Shreveport, La. 
Tulsa, 


MOUNTAIN 
Albuquerque, N.M. 
Colo. Springs, Colo. 
Denver, Colo. 

Las Vegas, Nev. 
Ogden, Utah 
Phoenix, Ariz. 
Pueblo, Colo. 

Salt Lake City, Utah 
Tucson, Ariz. 


PACIFIC 
Berkeley, Calif. 
Fresno, Calif. 
Glendale, Calif. 
Honolulu, Hawaii 


55 
16 
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Spokane, Wash. 
Tacoma, Wash. 
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12,438" 8,114 2.390 1,302 





*Mortality data in this table are voluntarily reported from 121 cities in the United States, most of which have populations of 100,000 o 
more. A death is reported by the place of its occurrence and by the week that the death certificate was filed. Fetal deaths are not 


included. 
'Pneumonia and influenza. 


SBecause of changes in reporting methods in these 3 Pennsylvania cities, these numbers are partial counts for the current week. Complete 


counts will be available in 4 to 6 weeks 
Total includes unknown ages. 
U: Unavailable -: no reported cases 
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Blood Lead Levels — Continued 


. CDC. Preventing lead poisoning in young children: a statement by the Centers for Disease 
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1994:21-2. 
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Hypertension Among Mexican Americans — 
United States, 1982-1984 and 1988-1991 


Since 1960, data have been collected on measured blood pressure for non-Hispanic 
whites and blacks. However, few data have been available about measured blood 
pressure for Mexican Americans (17 ). Until the release of data from the National Health 
and Nutrition Examination Ill, Phase | (NHANES Ill), the only source of blood pressure 
data for most of the Mexican American population in the United States was the His- 
panic Health and Nutrition Examination Survey (HHANES). Data on measured blood 
pressure for other Hispanic subgoups (i.e., Cuban Americans and Puerto Ricans) were 
available in HHANES but not in NHANES Ill. To identify trends in prevalence, aware- 
ness, treatment, and control of hypertension among Mexican Americans aged 18-74 
years, HHANES (conducted during 1982-1984) and NHANES Ill (conducted during 
1988-1991) were analyzed. This report summarizes the results of that analysis. 

CDC’s HHANES and NHANES Iil are household interview and examination surveys 
of the U.S. civilian, noninstitutionalized population (2,3). HHANES sampled Mexican 
Americans* residing in Arizona, California, Colorado, New Mexico, and Texas; 84% of 
the total Mexican American population in 1980 resided in these states (2). NHANES Ill 
sampled Mexican Americans residing in the United States (3). All interviews were 
conducted by persons who were bilingual. Hypertension was defined as systolic blood 
pressure 2140 mm/Hg, and/or diastclic blood pressure 290 mm/Hg, and/or taking anti- 
hypertensive medication (4 ). Analysis of characteristics of persons with hypertension 
included awareness status (being told by a health professional of having hyperten- 
sion), treatment (taking antihypertensive medication), and control (taking 


*For both surveys, Mexican Americans self-identified by responding to the question, “Which 
of those groups [specific groups listed] best represents your national origin or ancestry.” 
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antihypertensive medication and/or having blood pressure <140/90 mm/Hg). Informa- 
tion about awareness and treatment of hypertension was collected during the 
household interview. The protocol to measure blood pressure was similar in both sur- 
veys and included the use of four cuff sizes, standardized training for examiners, and 
the performance of quality-control visits during data collection (7). However, HHANES 
included two blood pressure measures by a physician (2) and NHANES Ill included 
three blood pressure measures by a trained interviewer during the home interview, 
and three biood pressure measures by a physician during the examination (3). To 
maximize comparability between both surveys, for this report blood pressure was cal- 
culated using the average of the two measures taken in HHANES and the first two 
measures taken by the physician during the examination in NHANES Iil. 

The prevalence of hypertension was calculated using a sample of 1552 men and 
1952 women from HHANES and 1282 men and 1223 women from NHANES lil. Data 
were weighted to provide estimates for the sampled populations (Mexican Americans 
residing in the Southwest [HHANES] and in the United States [NHANES Iil]). Standard 
errors were calculated using the Software for Survey Data Analysis. Prevalence esti- 
mates were age adjusted by the direct method to the 1980 U.S. population. 

The overall age-adjusted prevalence of hypertension among Mexican Americans 
was similar during 1982-1984 (21.1%) and 1988-1991 (18.0%) (Table 1). Estimates also 
were similar for the sex-specific and age-specific prevalence of hypertension (Table 1) 
and for hypertension awareness, treatment, and control (Table 2). 

Reported by: Office of Analysis, Epidemiology, and Health Promotion, and Div of Health Exami- 
nation Statistics, National Center for Health Statistics, CDC. 

Editorial Note: Although the overall prevalence of hypertension among Mexican 
Americans was similar during 1982-1984 (HHANES) and 1988-1991 (NHANES Ill), age- 
and sex-specific prevalences suggest a slight downward trend (except among men 
aged 40-49 years)—a finding consistent with an overall decline in the prevalence of 
hypertension in the United States (7). In contrast, among Mexican Americans with 
hypertension (particularly women), levels of awareness, treatment, and control of hy- 
pertension did not increase as they did among whites and blacks (7 ). 

Low socioeconomic status and overweight are documented risk factors for hyper- 
tension (5). Despite the high prevalence of low socioeconomic status and overweight 
among Mexican Americans (5), the age-adjusted prevalence of hypertension among 
Mexican Americans is similar to the prevalence observed among whites (19.2%) and 
lower than that among blacks (30.2%) (6). 

Despite similarities in the age-adjusted prevalences of hypertension among whites 
and Mexican Americans during 1988-1991, Mexican Americans had lower levels of 
control of hypertension (21.3%) than whites and blacks (7). One of the national health 
objectives for the year 2000 is to attain control of hypertension in 50% of Mexican 
Americans with this condition (objective 15.4b) (7). 

The findings in this report are subject to at least two limitations. First, HHANES and 
NHANES used different sampling frames. However, the similarity of the prevalences 
of hypertension in both surveys supports the robustsness of the estimates despite the 
sampling variation. Second, the relatively short period between both surveys may 
have precluded detection of temporal changes in the prevalences of hypertension and 
hypertension awareness, treatment, and control. 
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Hypertension — Continued 


Although overall rates for Mexican Americans were similar in both surveys, some 
subgroups may have higher rates. Subsequent analysis of NHANES Ill, Phase Il will 


provide information to further characterize trends in hypertension among Mexican 
Americans. 


The lack of improvement in awareness, treatment, and control among hypertensive 
Mexican Americans in combination with a high prevalence of overweight and low 
educational attainment (5) indicate an increased risk for cardiovascular diseases for 
persons of Mexican descent as the population ages. This finding underscores the need 
to improve the awareness and treatment of hypertension among Mexican Americans. 
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Notice to Readers 





“Immunization Update” Video Conference 


CDC's National Immunization Program will sponsor a live interactive satellite video 
conference, “Immunization Update,” on September 7, 1995, from noon until 2:30 p.m. 
(eastern daylight time) to satellite downlink sites in 40 states. The course will provide 
updated information about varicella, hepatitis A, hepatitis B, and other vaccine- 
preventable diseases. Continuing Medical Education Credits and Continuing Educa- 
tion Units will be given to participants who complete the course. Physicians, 
physicians’ assistants, nurse practitioners and their colleagues who give vaccinations 
or set policy for their offices, clinics, and communicable diseases/infection-control 
programs are invited to participate. Additional information is available through state 
immunization coordinators at state health departments. 
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